The first case of a sudden, isolated episode of amnesia and Another contentious issue highlighted by studies of TGA is the degree of separation between implicit and explicit confusion was described by Bender (1956) . In their detailed monograph, Fisher and Adams (1964) termed the syndrome memory processes. A number of authors have now reported preservation of perceptual and semantic priming, and of 'transient global amnesia' (TGA), which they attributed to dysfunction of the medial temporal lobes and/or diencephalon.
procedural skill learning (Goldenberg, 1995; Kazui et al., 1995, see Case P176; Kapur et al., 1996 , see Case P703 In subsequent years, numerous cases of TGA have been reported in the literature, the characteristic pattern of signs below; Eustache et al., 1997, see Case P698 below) . Occasional deficits are seen relative to controls, however, which and symptoms refined, and diagnostic criteria proposed (Hodges and Warlow, 1990; Hodges, 1991) . This review have been explained as reflecting the contamination of implicit memory by impaired explicit memory strategies will outline recent advances in our understanding of the neuropsychology, aetiology and neuroradiology of the (Eustache et al., 1997) . When experimental techniques are employed that are designed to probe implicit memory syndrome.
Episodes of TGA usually occur in otherwise healthy 'purely', results confirm that these processes are preserved in the disorder (Beauregard et al., 1997 , see Case P693 middle-aged or elderly people. The onset is abrupt, with severe anterograde amnesia and disorientation. Although below). Other components of memory, such as short-term (working) memory (Hodges and Ward, 1989) and semantic aware of their own identities, patients are often perplexed as to their surroundings and the identity of those around them.
memory (Hodges, 1994, see Case P174) , are also typically retained in TGA. The syndrome is thought to be largely benign They typically question companions repetitively about where they are, what is happening, etc., forgetting almost immediin nature, with cognitive impairments usually resolving after a few hours, leaving only a brief gap in memory for the ately the answers they are given. This dense anterograde amnesia is usually the most obvious symptom of TGA, with period of the attack and often some hours before (Kazui et al., 1996; Kapur et al., 1998) . patients incapable of registering any new verbal or visual information into long-term memory (Hodges and Ward, 1989, Uncertainty still remains as to the aetiology of TGA (Goldenberg, 1995; . Fisher and Adams (1964) see Case P173; Kapur et al., 1998, see Case P704 below) . In view of the profound anterograde amnesia, the nature and postulated three possible causes: thromboembolic cerebrovascular disease, epileptic discharge and migraine. Many subseverity of the retrograde memory deficit are of considerable theoretical interest, yet relatively few studies have addressed sequent authors have interpreted the clinical features of their patients as supporting one or other of these hypotheses (e.g. this issue. It is clear that some patients have an extensive and temporally graded retrograde amnesia, but others with Attarian et al., 1995, see Case P691 below; Jung et al., 1996, see Case P702 below; Tosi and Righetti, 1997 , see Case equally severe anterograde amnesia have very little disruption to past memories, attesting to the dissociation of the processes P718 below). Others have suggested alternative possible causes, such as transient ischaemia (Kushner and Hauser, involved (Hodges and Ward, 1989; Kazui et al., 1996, see Case P705 below; Eustache et al., 1999 , see Case P699 1985 Raffaele et al., 1995, see Case P711 below; Ay et al., 1998, see Case P692 below) , spreading cortical depression below). There is also growing evidence that autobiographical memory, rather than knowledge of public events and famous related to migraine (Olesen and Jorgensen, 1986; Strupp et al., 1998, see Case P715 below) , raised intracranial people from the past, may be differentially impaired (Evans et al., 1993, see Case P168; Guillery, 2000 , this issue; Venneri venous pressure due to impaired autoregulation (Lewis, 1998), cerebral angiography (Cochran et al., 1982; Meder and Caffarra, 1998, see Case P719 below Richardson et al., 1998, see Case P712 below; Litch and Bishop, 1999, see Case P706 below) , and emotional neuroanatomical loci for the pathology involved. There still remains, however, little consensus as to the precise aetiology stress (Fisher, 1982; Merriam et al., 1992, see Case P710 below; Inzitari et al., 1997; Durst et al., 1999, see Case and pathogenesis of TGA, such that although not quite so shrouded in mystery as it was a decade or so ago, the P697 below).
In recent years, a distinction has been drawn between syndrome still remains rather an enigma. cases of 'pure TGA' (Hodges and Warlow, 1990 ) and those in which there is a distinctive epileptic aetiology, known as References transient epileptic amnesia (Kapur, 1993; Zeman et al., 1998, see Case P723 below (Venneri and Caffarra, 1998) . or thalamus (Volpe et al., 1983; Evans et al., 1993; Jung Eustache F, Desgranges B, Laville P, Guillery B, Lalavee C, Schaeffer S et al. et al., 1996; Eustache et al., 1997) , known to be relevant for Episodic memory in transient global amnesia: Encoding, storage, or retrieval memory (Zola-Morgan et al., 1986; Squire, 1992 Many studies have shown relative preservation of word priming in subjects Reports the case of a 56-year-old man who demonstrated a selective reduction with mild amnesia, but some impairment in severe amnesia. This calls into of the visual P300 endogenous event-related potential during and after an question the degree of separation between implicit and explicit memory.
attack of transient global amnesia (TGA). The contribution of the short-term Possible contamination of implicit memory tasks by impaired explicit memory memory system to P300 generation was investigated before and after (1 week strategies might be obscuring the actual dissociation between the two memory and 9 months) TGA. Visual target P300 and P300 to novel visual stimuli systems. We have developed a method circumventing explicit memory were reduced in amplitude during TGA and at 1 week after the attack, while contamination by using brief duration repeated primes below the awareness auditory P300 was preserved. Visual P300 was recovered at 9 months after threshold of subjects. We have used this approach to evaluate the status of TGA. Results support the notion that the neuronal networks responsible for word priming in a 70-year-old woman with transient global amnesia. This P300 generation are modality dependent and that brain structures perfused by subject was examined during her attack as well as 8 months after. She was the posterior circulation are involved in visual P300 generation. tested for word priming on a speeded category membership decision task. Implicit or explicit encoding procedures were used in three different experiJournal ments. Results indicated that there was no significant difference between the Electroencephalography and Clinical Neurophysiology: Evoked Potentials priming effects measured in the implicit and explicit conditions or between 1994; 92: 422-5 the priming effects measured during and after the transient global amnesia attack. Results also confirmed that brief multiple presentation of words can Neurocase Reference Number:
offer a means of producing word priming in the absence of explicit recognition P694 or recall of the primed words in amnesia. These findings demonstrate that word priming is preserved during transient global amnesia. They also suggest
Primary diagnosis of interest
that the capacity to encode, store and retrieve information implicitly, e.g.
Transient global amnesia, Wallenberg's syndrome unintentionally, is retained in this neurological condition.
Scan, EEG and related measures
Lesion location 
Abstract
The authors report a patient with a generalized frontal-predominant non-
D. C. Tong
convulsive status epilepticus without clinically apparent altered consciousness. The patient was examined and EEG performed during and after the episode.
Abstract
Severe retrograde and anterograde amnesia during the seizure, contrasting BACKGROUND: Transient global amnesia is a well-described complication with a preservation of ongoing memory formation that could be assessed only of cerebral angiography. Speculation about the pathophysiology exists but is after its resolution, suggests a transient disconnection of access to stored as yet unsubstantiated. 
